Presynaptic inhibition of cardiac vagal postganglionic nerves by neuropeptide Y.
Stimulation of cardiac sympathetic nerves evokes prolonged non-adrenergic, non-cholinergic attenuation of the action of the vagus nerve on heart rate-an effect mimicked by, and proposed to be due to neuropeptide Y (NPY), a peptide released from sympathetic nerve terminals. In anaesthetised dogs, the effects on heart rate of the cholinomimetic bethanechol were unaltered by sympathetic stimulation or administration of NPY sufficient to cause prolonged inhibition of cardiac vagal action. In isolated guinea pig atria, during effective ganglion blockade, the effects on heart rate of the cholinomimetic methacholine were unaltered by exogenous NPY which inhibited cardiac slowing induced by stimulation of vagal nerve terminals. It is suggested that NPY released from sympathetic nerves inhibits cardiac vagal effectiveness by an action on postganglionic nerve terminals.